Solutions of the anions (1 mol/l) at pH 7.4 were added to serum dialysed against water to give the concentrations listed. Portions of treated sera (1 ml) of known prealbumin concentration were applied to 1 ml columns of yellow gel equilibrated with the appropriate anion solution. The sample was washed through with 2 ml of the same solution and the prealbumin content of the 3 ml of eluate was determined. dye, but the former is perhaps more likely as the dye too is anionic. This suggests an allosteric effect between an anionbinding site on the protein and the dye-binding site.
Anion added Prealbumin adsorbed ( O h )
It has been proposed (Birkenmeier et al., 1984) that albumin mediates the binding of prealbumin to Remazol Yellow GGL in aqueous two-phase dextran/poly(ethylene glycol) systems. We examined this with our column system using pure prealbumin isolated by adsorption on to Remazol Yellow GGL and gel filtration on BioGel P-200.
Adsorption of pure prealbumin from solution in 20 mMphosphate buffer, pH 7.4, was 49% compared with the 92% (Table 1) adsorbed from serum containing 20 mwphosphate. This was increased to 82% by the addition of 40 mg of human albumin/ml (normal serum concentration). Two other proteins, human immunoglobulin G at 10 mg/ml and bovine albumin at 40 mg/ml, also increased prealbumin adsorption to 65% and 8O%, respectively, in the presence of 20 mMphosphate. Ovalbumin (40 mg/ml) was without influence. However, when the phosphate buffer strength was 50 mM the pure prealbumin was completely adsorbed by the yellow gel with or without the addition of human albumin. Thus, although albumin (and other proteins) appears to be able to enhance the binding between prealbumin and Remazol Yellow GGL, phosphate (or other anions) clearly has the major role in facilitating the interaction. The structures of both replicating and non-replicating eukaryotic chromatin have been probed in considerable detail using nucleases with mixed double-strand and singlestrand specificity. Single-strand-specific nucleases have been used both by Herman et af. (1979) and by Tsubota et al. (1982) to probe the structure of replicating simian virus (SV40) chromosomes.
Replicating viral chromosomes have been isolated from infected cells by a variety of techniques. Some of these techniques lead to an alteration of the replication fork, detected by displacement of some of the Okazaki pieces from the fork. Fortunately, other techniques allow isolation of replicating chromosomes without the displacement of Okazaki pieces. Loss of Okazaki pieces during isolation of replicating mammalian DNA (not chromosomes) has been observed previously and attributed to rewinding of parental strands (Wanka et al., 1977) .
It was suspected that ionic conditions during SV40 chromosome isolation could affect the probability of loss of Okazaki pieces from replication forks. Indeed, it was found that when one particular chromosome extraction procedure (the nuclear extract procedure of Fernandez-Munoz et al., 1979) was used and the NaCl concentration was varied, a Abbreviation used: SV40. simian virus 40. portion of Okazaki pieces was released when the salt concentration ranged from 5 to 100 mM. It is detectable only after very short labelling periods with [3H]thymidine and it hybridizes to SV40 DNA (Perlman & Huberman, 1977) . However, at higher salt concentrations ( 136 mM and 200 mM), no release of Okazaki pieces was detected. Another procedure employing 200 mM-NaCl for extraction, that of Herman el al. ( 1979) , also allowed the preparation of chromosomes without detectable loss of Okazaki pieces.
To investigate the structure of replicating SV40 chromosomes after isolation under low and high salt concentration, SV40-infected cells were pulse-labelled with [3H]thymidine for 5 min at 37°C in order to preferentially label replicating chromosomes. Chromosomes were then extracted from SV40-infected CV1 cells either by a low-salt technique (Tsubota et al., 1982; Waqar et al., 1983) or by the high-salt technique of Herman etal. (1979) . Additional salts were then added to the extract prepared by the standard technique (Tsubota et al., 1982; Waqar et ul., 1983) in order to make the salt concentration identical with that in the high-salt technique (Herman et a[., 1979; i.e. 10 mM-Hepes, 10 mM-Tris, 5 mM-EDTA, 200 mM-NaC1, 1% Triton X-100, pH 7.6). Chromosomes in both extracts were divided in half and incubated at 22°C in the presence (2.5 pg/ml) or absence of P I nuclease for times ranging from 15 s to 15 min (only the results of the 30 s incubation are shown in Fig. 1 ). The chromosomal DNA was deproteinized and subjected to electrophoresis in a 1.2% agarose gel (Tsubota et al., 1982) . The gel was stained with ethidium bromide and fluorographed as described (Tsubota et al., 1982) . Fig. 1 results obtained with samples treated for 30 s with P1 nuclease in comparison with untreated controls. The incubation had no detectable effect on the non-replicating chromosomes containing form 1 DNA (detected by ethidium bromide fluorescence) as described previously (Herman et a/., 1979; Tsubota et at., 1982) . However, most of the highsalt-extracted replicating chromosomes were cut at least once at one of their replication forks. This is evident from the conversion by P 1 nuclease of the long 'smear' of replicating chromosomes (which normally runs from the form 1 to the 'late RI' positions) to a shorter 'smear' running from the form 11 to 'late RI' positions ( Fig. 1, right-hand panels) . In contrast, the low-salt-extracted replicating chromosomes, in which the Okazaki pieces had been displaced from the replicating forks, do not appear to be cut during the 30 s incubation shown in Fig. 1 . This might be occurring due to rewinding of the forks or binding of proteins to parental strands. A considerable body of work has shown that transformation of rodent and human cells by highly oncogenic adenovirus 12 (Ad 12) markedly reduces the expression of major histocompatibility complex (MHC) class I antigens, whereas transformation by non-oncogenic Ad2 or Ad5 results in no significant reduction of class I expression (Schrier et al., 1983; Eager etal., 1985; Vasavada et at., 1986) . Such modulation of MHC class 1 expression may be related to the oncogenicity of Ad 12-transformed cells by a mechanism o f evasion from immune surveillance by cytolytic T lymphocytes (Bernards et al., 1983) .
Abbreviations used: Ad, adenovirus; MHC, major histocompatibility complex; IFN, interferon.
Transformation by adenoviruses is effected by the leftmost 11% of the virus genome, which corresponds to the early region 1 ( E l ) . The E l region consists of two transcriptional units: E1A (1.3-4.5%) and E1B (4.6-1 1.5'/0), expression of both genes being necessary for stable transformation (reviewed in Branton etal., 1985) .
We have studied the mechanism of transcription of MHC class 1 mRNA in rat cells transformed either by highly oncogenic Ad12 or by non-oncogenic Ad2 or Ad5 or by recombinant transforming regions consisting of the E l A gene of Ad12 and the E1B gene of Ad5 and vice versa.
Analysis of steady-state levels of class I mRNA by Northern blotting of polyadenylated cytoplasmic RNA using a murine class I H-2K DNA probe (Weiss et a/., 1983) revealed that an approximately 1.8 kb mRNA species was present at relatively high levels in Ad2-or Ad5-transformed rat cells, whereas the class 1 mRNA was barely detectable in Ad 12-transformed rat or mouse cells. Rat cells transformed
